from Dakar, Senegal, was reported but the study did not include any control group [8] . In fact, this control population can be extrapolated from the initial study by Boutin et al. [6] in which their background population came from the same city (Dakar) and the frequency of the Gly574Ser allele was as high as 33%. Indeed, in our group, 9 of 18 (50%) patients carrying the Gly574Ser allele come from Senegal. This high frequency in Senegal could reflect a founder effect of this mutation in this particular country. Contrary to these previous studies, our diabetic and control populations were all widely distributed around 11 countries of West Africa and three different Caribbean islands. Therefore the 7.2% frequency of the Gly574Ser heterozygous genotype is probably very representative of the sub-Saharan African non diabetic populations.
In conclusion, we gathered a cohort of 80 patients with the pure clinical phenotype of KPAD. The Gly574Ser polymorphism of the HNF-1α gene does not seem associated with this form of diabetes. Further genetic studies are needed to determine the involvement of transcription factors or other candidate genes in the beta-cell dysfunction of KPAD. Table 1) . Carriers of the Arg/Arg genotype of the Trp64Arg variant have in another Danish study of 380 young (25 years of age) healthy subjects previously shown to be insulin resistant as estimated from an IVGTT [6] . However, the conclusion was based on three carriers of this genotype. In the present study the power to detect effect at the same level of the Arg/Arg genotype on the HOMA estimate of insulin sensitivity was calculated to about 85%, indicating low risks of false negative results. Clinical studies of the Pro12 Ala variant have been more consistent relating the variant to increased insulin sensitivity. Somewhat paradoxically the variant has also been linked to obesity and recently another Danish study of young men showed divergent modulating effects of the variant on BMI depending on the degree of obesity [8] . Hence, on the basis of variable interaction with other genetic or environmental factors, the polymorphism might express variable effects in different study subgroups. In Mexican Americans the variant was recently shown to be associated with obesity but only in the presence of the Trp64Arg variant of BAR, pointing to the interesting conclusion that the effect observed of the Pro12Ala variant is due to a genetic interaction [3] . We were, however, unable to confirm this hypothesis since carriers of both gene variants did not differ from wild-type carriers or carriers of either polymorphisms with respect to any of the examined phenotypes. Importantly our conclusion is based on statistical power calculations of more than 80%, thereby minimizing the risk of statistical type II errors.
In conclusion, in a Danish population based study group of more than 2100 subjects the Trp64Arg polymorphism of the BAR gene does not associate with insulin resistant phenotypes nor do our results suggest that the variant interacts with the Pro12Ala variant of the PPAR-γ gene on these abnormalities.
